SYNOPSIS In a Chinese population 1,000 full-term male neonates and a further 117 jaundiced neonates of both sexes were studied in an investigation of the frequency of deficiency of erythrocyte glucose-6-phosphate dehydrogenase(G6PD). This enzyme was found to be deficient in 3-6 % of male neonates. Correlation of the results with the birthplace of the 602 mothers who were known to come from Kwangtung province showed no significant differences in the frequency of the deficiency between certain parts of the province.
natal jaundice. The activity of erythrocyte acid monophosphoesterase (AMPE) in neonates with normal G6PD activity is compared with that of G6PD-deficient neonates.
MATERIAL AND METHODS
One thousand full-term neonates delivered consecutively in the Queen Mary Hospital, Hong Kong, were studied. A further group of 117 neonates of both sexes admitted on account of jaundice to the paediatric wards of the Queen Mary Hospital was also studied: the second group included some babies from the first group. All the babies were Chinese. Erythrocyte G6PD activity was screened by the methaemoglobin reduction test (Brewer, Tarlov, and Alving, 1962) and positive results in this test were checked by the brilliant cresyl blue test (Motulsky and Campbell-Kraut, 1961) . Actual activity of G6PD was assayed by Prankerd's modification of the Hornberg and Horecker spectrophotometric determination of the reduced nicotinamide adenine-dinucleotide-phosphate generation rate (Prankerd, 1962) . Enzyme activity was expressed as units of change in optical density per minute per gram of haemoglobin (U.O.D. 340 m,u/min./g. haemoglobin).
The activity of erythrocyte AMPE was assayed by the method of King, Wood, and Delory (1945) as slightly modified by Oski, Shahidi, and Diamond (1963) The results of investigating the families of 13 jaundiced and six spontaneously delivered G6PD-deficient neonates are summarized in Table I , and the enzyme activities in the members of six G6PD-deficient neonates' families are illustrated in Figure 1 . (Boyer, Porter, and Weilbacher, 1962; Kirkman and Hendrickson, 1963 (1965) and as 5 5 % by Chan, Todd, and Wong (1964) . The disparity between those figures probably arises because Yue and Strickland studied the deficiency among neonates, whereas Chan and his co-workers studied adult hospital inpatients. The 3-6% incidence of G6PD deficiency in male neonates in our study is very close to that of Yue and Strickland. Our study has also indicated that the incidence does not differ materially between certain parts of Kwangtung Province in which different dialects are spoken.
Our results also show that G6PD deficiency accounts for about 15-4 % of cases of neonatal jaundice warranting admission to hospital among Chinese in Hong Kong. Over the past three years in our hospital 55 % of the cases of kemicterus have been deficient in the enzyme. found that nearly 50% of kernicterus among Chinese in Singapore is due to G6PD deficiency. Since the enzyme level in male mutants is usually much lower than that in female mutants, one might postulate that G6PD deficiency is a more important cause of neonatal jaundice in male mutants than in female mutants. In Greece the sex ratio of neonatal jaundice due to G6PD deficiency was reported as three males to one female (Motulsky, 1965) . Our findings indicate that this is not true in Chinese, however: the relative importance of the enzyme defect does not differ significantly in male and female jaundiced neonates, and neonatal jaundice occurs in all types of mutants. Thus the haemolytic process in G6PD mutants is not related directly to the level of enzyme activity. Other factors which help to determine the occurrence of the haemolysis must be sought in individual cases with the defect.
